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The role of the p53 gene in hepatocellular carcinoma
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Abstract: Hepatocellular carcinoma (HCC) is one of the most aggressive malignancies of the digestive system, it has high
mortality and morbidity, and it has a poor prognosis. Studies have indicated that mutations in the p53 gene are closely related to the
development of liver cancer. The p53 gene can regulate the metabolic stability of cells and also effectively regulate the process of
iron metabolism in cells. There are many treatments for liver cancer, such as surgery, intervention, ablation, targeted immunity, and
chemoradiotherapy. Advanced HCC is mainly treated with targeted immunity and chemoradiotherapy, but there are still problems
such as a limited survival time and likely drug resistance. P53-related gene therapy products have great potential as drugs for the
treatment of liver cancer. This article reviews therapeutic strategies for liver cancer based on the p53 gene in order to provide

directions for future clinical treatment.
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